Section ofPsychiatry 259 60 exhibit schizophrenic symptoms of late onset. But if we look at the Registrar General's statistics for England and Wales we find that the proportion with schizophrenia, out of all female first admissions in 1960 was only 1 in 25 in the decade 65-74, and 1 in 57 in the open age bracket; and among es the proportions were respectively 1 in 66 and 1 in 151 (Registrar General 1962 , 1964 . Now the Registrar General's figures, expressed as rates per population in sex-age groups, fit quite neatly into the 'tail' of the distribution curves for first admissions with schizophrenia (Registrar General 1962 , 1964 . Among females there is a steady, even decline from the peak at 35-44 years onwards, while among males the descent from a somewhat earlier peak is steeper, and there is some levelling offfrom the decade 55-64 onwards. There is, however, no sharp break in the smoothness of the curve, and the pattern in both sexes is in keeping with the notion that the same forces as are giving rise to schizophrenia in earlier life are continuing to operate, though with decreasing momentum, right into old age. The old age variety would then simply be schizophrenia with the age of onset delayed, perhaps because the pathogenic forces are weaker, or the individuals more resistant. This is the concept which, I think, Dr Post has in mind. Unfortunately it does not fit in with the estimation that 10% of first admissions exhibit this type of disorder.
The discrepancy might well be due (as Professor Fish points out) to the tendency, in ordinary psychiatric practice, to diagnose the paranoidhallucinatory syndromes of old age as a variety of senile psychosis, simply because of the age of the patient. But if this is the explanation, and if these syndromes are really a good deal more common than the Registrar General's data suggest, then it seems that the schizophrenias of late onset may not, after all, be etiologically similar to those of earlier life, and that new factors may be coming into play. Indeed, in a survey (unpublished) of first admissions in Northumberland and North Durham, the curves for age-specific first admission rates for schizophrenia (which was found in 4-1 % of males and 8-9 % of females after 65) showed quite a sharp rise in old age in both sexes. This rise is unlikely to be wholly due to 'organic' schizophrenias, and Dr Post's paper should stimulate further work on a syndrome with a number of intriguing aspects, including its relationship to schizophrenia in general. REFERENCE Fish F (1966) Personal communication Registrar General (1962 , 1964 Although Simchowicz first counted 'senile plaques' some fifty years ago, the procedure has seldom been used on the grounds that it is unreliable and too time-consuming (McMenemey 1940) . In refining the technique so successfully, Professor Roth and his colleagues Dr Tomlinson and Dr Blessed have taken an important step forward in the investigation of the association between the intellectual and the neuropathological changes that may occur in old age. Like Gellerstedt (1933) and other workers in this field, they found senile plaques in the brains of some nondemented elderly people, but their method of measurement has enabled them to demonstrate clearly a significant association between the mean plaque count and the intellectual deterioration. Their finding of this marked difference in the counts between demented and non-demented subjects, based on an exceptionally wide range of case material, is essentially similar to other less precisely measured observations (Corsellis 1962 ).
The situation is less clear-cut when the comparison of the psychological and neuropathological measurements is restricted to patients within the demented group. As Professor Roth has pointed out, the degree of correlation declines sharply in severely demented subjects.
Several possible reasons for this may be suggested. Firstly, plaque formation is only one of the changes taking place in the senile brain. It is not necessarily the crucial factor in this degenerative process but is rather the one manifestation which can at present be quantified, and then only with certain reservations already mentioned by Professor Roth. It is probable that the disintegration and loss of nerve cells is the most important of the various changes known to occur, but it is not established whether the degree of this loss is closely reflected in the extent to which senile plaques have formed. In Pick's disease and in certain other forms of organic dementia extensive neuronal degeneration may be found in the absence of senile plaques.
Secondly, although patients with gross ischemic cerebral lesions were excluded from the category of senile dementia, Scholz (1938) and Surbek (1961) have demonstrated that a marked degree of small vessel degeneration tends to occur as part of the senile dsgenerative process, and the importance of this vascular component in senile dementia may have been underestimated.
Thirdly, the localization of the degenerative process in the brain may be more important at times than its severity. For example, disturbances of memory are known to be particularly related to damage in the hippocampal regions, and there is little doubt that these same areas are especially, though not inevitably, vulnerable in both the senile and the vascular forms of cerebral degeneration.
These various possibilities, taken together with the fact that such studies are inevitably based on the extreme simplification of complex psychological and pathological data, may account to some extent for the lack of any very close correlation within the group of demented patients.
Professor Roth, in reply, said that the special features of their enquiry had been that it was prospective, that subjects not suffering from psychiatric disorder had been included for comparison and that they had studied a variable which to some extent had cut across diagnostic categories: the measurable degree of deterioration in intellect and personality in elderly people. Plaque counts provided a crude measure of degenerative change but the results indicated that it was none the less both a reliable and meaningful index of this change. As far as small-vessel change was concerned they had not attempted quantitative studies but they had seen no histological changes which suggested a relationship with plaque formation. There was also evidence from their plaque count studies and other sources to indicate that senile psychosis and cerebrovascular disease were largely independent degenerative processes with a relatively small overlap. The hippocampus and hippocampal gyrus proved to be a common site of plaque formation and neurofibrillary change, but intensive changes here were invariably associated with diffuse plaque formation, so that the precise psychological effects of changes in the hippocampal region were difficult to evaluate.
